Plasma renin activity and serum electrolytes were measured in 20 normal and 22 hypertensive rabbits. Hypertension was produced by the clipping of one renal artery in animals with an intact contralateral kidney. The measurement was made during the period of 20 to 57 weeks after the clipping. Plasma renin activity was above normal in 11 of 22 hypertensive animals and serum potassium was below normal in 6 of 22 hypertensive animals. An inverse correlation existed in hypertensive animals between plasma renin activity and serum potassium (r=-0.77, p<0.01). No significant correlations were found in hypertensive animals either between plasma renin activity and serum sodium or between plasma renin activity and blood pressure. The present study indicates that plasma renin activity is increased in a half of animals with chronic renovascular hypertension when one renal artery is clipped and the other kidney is left intact. But there is not sufficient evidence to show that the renin-angiotensin system plays a role in maintenance of hypertension.
Correlation coefficients were calculated both in the normal and in the hypertensive animals between plasma renin activity and serum sodium, between plasma renin activity and serum potassium, and between plasma renin activity and blood pressure (Table II) . There were no significant correlations in the normal animals. In the hypertensive animals, a significant inverse correlation was found between plasma renin activity and serum potassium ( Fig. 1) , although no significant correlation was found either between plasma renin activity and serum sodium or between plasma renin activity and blood pressure (Fig. 2, Fig. 3 ). Vol, 13 No. 4 
DISCUSSION
The present study showed that plasma renin activity was increased in a half of animals with chronic renovascular hypertension. The results correspond closely with clinical observations that plasma renin activity is above normal in the majority of patients with renovascular hypertension,1)-3) but they appear quite different from previous observations on experimental renovascular hypertension. Brown et al.4) measured plasma renin activity in unilaterally nephrectomized dogs with the clipping of one renal artery. Plasma renin activity was increased only during the first few days after the clipping and it returned to the normal level in the chronic stage of the hypertension. Prichard, Ormond, and Koletsky5) produced hypertension in dogs by the clipping of both renal arteries or by the clipping of one renal artery with contralateral nephrectomy. A vasopressor material was detectable in plasma from dogs with acute hypertension and it tended to disappear from plasma 3 weeks after the clipping. The difference in results between the present and the previous studies might depend upon the presence or absence of the intact contralateral kidney. We recently demonstrated that in the acute stage of renovascular hypertension plasma renin activity was increased in animals with an intact contralateral kidney and it remained unchanged in animals with contralateral nephrectomy.9) The present study affords evidence that plasma renin activity is increased not only in the acute stage but also in the chronic stage of hypertension when the hypertension is produced by clipping one renal artery and leaving the other kidney intact.
A particular association of hypokalemia and renovascular hypertension has attracted an increasing attention14)-16) and an inverse correlation has been observed between plasma renin activity and serum potassium in patients with renovascular hypertension. 2),17) These clinical observations are compatible with the present study. Brown et al. 18 ) have indicated that there is a highly significant inverse correlation between plasma renin concentration and serum sodium in hypertensive patients, but such an inverse correlation has not been found in the present study. Our recent studies9),19) revealed that hypokalemia developed as early as at the end of the first week and an inverse correlation between plasma renin activity and serum potassium existed at the end of the third week after the clipping of one renal artery in animals with an intact contralateral kidney. The present study confirmed that the same findings were also found in the chronic stage of the hypertension. Although we did not measure aldosterone secretion, the hypokalemia may be induced by secondary aldosteronism. However, it cannot exclude the possibility that an increase in plasma renin activity results from potassium depletion, because a direct 
